Akelaitis and Zeldis, 1942) the clinical picture is fairly distinctive. All the patients have been children, the course of the disease has been subacute rather than acute, fasting two to APRIU-NEUR. I
Akelaitis (4) Swelling of astrocytes and overgrowth of neuroglial fibres in the cortex, subcortical white matter and basal ganglia. A few inclusion bodies were seen also in the nuclei of oligodendroglial cells. This last observation placed the virus causing the disease in Weston Hurst's pantropic class, but no lesions could be seen in any other viscus than the brain. Dr. Greenfield then described a case of acute encephalitis, fatal in six days, in which widespread and intense inflammatory changes were present in the cortex, brain-stem and spinal cord but sparing the hippocampus and cerebellum. He did not think that the case was one of encephalitis lethargica as the perivascular infiltration was of a mixed type, coIntaining histiocytes and endothelial cells as well as lymphocytes, the degree of cortical inflammation was greater than was usual in encephalitis lethargica, and the neurones of the stibstantia nigra remained healthy although surrounded by inflammatory cells.
Dr. Brain had spoken of " post-exanthematous encephalomyelitis " but cases with exactly similar pathological lesions might follow at an interval of a few days acute diseases of the upper respiratory passages which in some cases resembled influenza, in others coryza.
Dr. Weston Hurst had recently described a condition to which he gave the name "acute haemorrhagic leuco-encephalitis ". Dr. Greenfield had examined a case of this kind and had been able to confirm Weston Hurst's observations. In this case there was an acute haemorrhagic inflammation of the central part of the centrum semiovale, involving the corpus callosum in its middle third. The cortex overlying the most severely involved part of the white matter showed some invasion by polymorphonuclear cells and endothelial proliferation in the small vessels, and a few polymorphonuclear cells were also seen round a small vessel in the pons. But for the most part the lesions were limited to the white matter. He considered that this disease was more likely to be due to bacterial toxins than to a virus.
Dr. Dorothy Russell: The pathological material examined by me during the past few years includes but few examples of encephalitis. Amongst them, however, are two forms, apparently newcomers in this country, which have already been described by the previous speakers.
The first of these is an example of the " inclusion encephalitis " of Dawson (1934) . It is essentially similar to the case described bv Dr. Russell Brain and Dr. Greenfield, and to the three already reported from America (Dawson, OnZ examlitation the child was unable to stand or sit ul). Speech was indistinct.
Periods of irritabilitv alternated with lethargy, but intelligence was not impaired. The cranial nerves were normal. There ws as flacciditv and diminished power in the arms ; the legs were spastic.
All reflexes w-ere present in the limbs, being brisk in the le-s. The plJanta.r reflexes were flexor. No sensory changes could be elicited from lack of co-operation.
Lumbar puncture September 5: C.S.F. normal. Course.-There was occasional pyrexia up to 1000 F. Ataxv of the arms was noted twor days after admission. Spasticity increased, accompanied by extensor plantar responses, and difficultv in swallowing, especially fluids. Blindness developed a few days before death, which took place in hyperpyrexia (106°F.) on October 6, 1939, eleven weeks from the onset of the illness.
Post-mortemii examination (twentv-four hours later): The brain appeared full and firm; heavier than normal (1,441 g.). On section the cerebral hemispheres wvere of normal appearance but the wvhite matter felt somewhat rubbery. The spinal cord wvas not examined.
Histology (Dr. Dorothy Russell).
- (1 The second condition to which I should like to refer is the " acute haemorrhagic leUCoencephalitis" described in Australia by Weston Hurst (!941). I have seen two cases che first of which has already been reported . The second occurred about a year ago at the London Hospital and material was kindly sent by Professor H. NI.
Turnbull. Recapitulating Hurst's records and those at my disposal, this disease seems to be of sudden onset with a ranidly fatal course. No clear evidence of any aetiological factor has emerged from the histories. In my published case there had been a febrile attack, diagnosed as coryza, twelve days before the onset of the encephalitis and separated from it by a period of recovery lasting five davs. In one of Hurst's two verified cases there had been an attack of pharyngitis about three weeks before the encephalitis, but the significance of these earlier indispositions is questionable. The encephalitis is characterized by the sudden onset of hemiplegic symptoms, progressing to a quadriplegia and accompanied by coma, pyrexia and leucocvtosis. The C.S.F. shows no obvious departure from normal, but may be under increased pressure. Dr. Greenfield, however, noted an excess of polymorphonuclear leucocytes in his case; in this connexion it is of interest that in Hurst's first case, in which no examination of the C.S.F. was made, there was considerable focal infiltration of the lentomeninges with these leucocytes.
Dr. Greenfield has given a description of the pathological appearances in this type of encephalitis. In my two cases the findings were essentially similar. The uniformity displayed seems to indicate that this is a special form of encephalitis. Yet some relationship may well exist between this acute haemorrhagic leuco-encephalitis and brain purpura on the one hand, and the disseminated demvelinating forms of encephalitis on the other.
It stands as a connecting link between the two extremes. Support for this view is provided by the occasional finding of non-hiemorrhagic foci of demyelination in conditions that are more characteristically manifested as brain-purpura, such as arsphenamine intoxication and cerebral fat-embolism (Greenfield, 1941) . The possibility of a biochemical basis in the demyelinating forms is indicated by such observations, and again by Hjurst's experimental production of disseminated subcortical foci of demyelination in monkeys bv chronic cyanide poisoning. The mechanism here appears to be that of a histotoxic anoxia.
In fat-embolism another form of anoxemia is witnessed.
